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Gut hormones are important in coordinated actions of intestine and they exert actions
through G-protein–coupled receptors. We show that Gaq/11-mediated signaling plays a pivotal
role in the maturation and positioning of Paneth cells and in the maintenance of intestinal
homeostasis.
See editorial, Zhang X and Gao N, on page 712783 The RNA Polymerase III Subunit Polr3b Is Required for the
Maintenance of Small Intestinal Crypts in Mice
J. E. Kieckhaefer, S. Lukovac, D. Z. Ye, D. Lee, D. J. Beetler, M. Pack, and K. H. Kaestner
RNA polymerase III activity is increased in some cancers. Effects of its inhibition in mammals
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Hypoxia induces the expression of pH-sensing ovarian cancer G-protein–coupled receptor 1
(GPR68) in monocytes/macrophages and intestinal mucosa of inﬂammatory bowel disease
patients, which is enhanced further at acidic pH in monocytes/macrophages.
Hypoxia-inducible factor-1a binds to the ovarian cancer G-protein–coupled receptor 1
promoter under hypoxia, pointing to the direct regulation of this gene.
